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(d) Acute Poisoning
Although fatal results have been recorded with almost every salt of
mercury, it is expedient here to give only one or two examples of fatal
doses. Roughly speaking, the less soluble the salt in water the greater
the amount necessary to cause death. Thus death has resulted from 5
grains of mercuric chloride and of the basic sulphate, whereas a dose of
35 grains of ammoniated mercury has been recorded as fatal.
Death may occur in the acute stage, i.e, within the first day or two,
or may occur at a later stage, generally In the second week, from the
effects of the poison on the kidneys,
The post-mortem appearances in a case of poisoning by mercuric
chloride vary with the mode of administration and the time of survival.
When the poison has been taken by the mouth and death has ensued
early, the tongue and lips are swollen and the mucosa of the mouth is
coagulated and white. Similar changes arc found in the pharynx and
oesophagus. In places, e.g. the fauces and the lower end of the oeso-
phagus, the necrosed surface may be broken up and shreddy. In some
cases there may be great oedema of the loose tissues of the valleculae
and the laryngeal vestibule which may be fatal from asphyxia. The
gastric mucosa is corrugated and may show inflammatory or petcchial
reddening. This is obscured, however, by the fixation necrosis of the
surface, so that the colour is usually a greyish violet. Exceptionally a
black haernorrhagic condition has been described. Perforation is very
uncommon but may result from the continued contact in one place
of the poison in solid form. Similar changes may extend for a short dis-
tance into the duodenum, and all cases will show inflammatory changes
throughout the small intestine.
When survival has been longer, the initial corrosive effects have
generally been less intense. In the stomach they may actually be healing,
but in the mouth, especially on the gums, they have generally gone on
to ulceration. Septic lymphangitis and parotitis may be present.
The large intestine usually shows characteristic changes which resemble
bacillary dysentery. In rapidly fatal cases there may be only some acute
inflammation, Quickly, however, this is increased, and diphtheroid
necroses appear and ulcerate. In the origin and distribution of these
lesions infective and mechanical factors appear to play a part* They
often occur on the crests of the transverse folds or in relation to the
longitudinal muscular bands. The condition increases towards the
rectum and is generally maximal in the sigmoid, where the ulceration
may be confluent. In severe cases even the lower ileum may be involved.
In the kidney severe changes are almost invariable. They may be very
marked even when death has taken place early, their intensity depending
mainly on the amount of poison absorbed. In early cases the organ
is swollen and the cortex pale. Tubular degeneration is present and
possibly glomerular necrosis and inflammation, The first convoluted
tubule and ascending loop of Henle may show various changes from
severe cloudy swelling to complete necrosis. Casts are numerous, mainly